Introduction
Reisner (1928) and subsequently Kramer (1930) suggested that bronchial adenomas arose from the ductal epithelium of bronchial glands. Churchill (1937) as well as Womack and Graham (1938) considered their origin to be from residual embryonic pulmonary tissue derived from entodermal and mesodermal elements. They explained the resemblance of the muco-epidermoid variety of bronchial adenoma to mixed salivary gland tumours on this basis. At this time, they suggested that bronchial adenomas be considered malignant. Willis (1940) postulated the probability that these tumours arose from the mucous and mixed glands of the bronchial mucosa. Felton, Liebow and Lindskog (1953) held the view that the central and peripheral varieties of bronchial adenomas had different origins. Although they concurred that proximal lesions arose from mucous glands, they believed that the peripheral tumours arose from the lining of the epithelium. The controversy that had been extant regarding the origin and natural history of bronchial adenomas needs to be viewed in the light that clear distinction must be made between the carcinoid type, the cylindromatous variety, and the muco-epidermoid tumour. The cylindroma also known as an adenoid cystic carcinoma is the most malignant of the three types, arising as it does from the basal or surface epithelium of the bronchial ducts. The term bronchial adenoma, therefore, refers to three and possibly more distinct neoplasms that differ structurally as well as providing variations in their natural history.
Material and methods
During the period 1948-1973, 
Results
The bronchial carcinoid is a smooth, globoid tumour that protrudes into a proximal bronchus with its partial or complete occlusion (Fig. 1 degree of electron density with some cells demonstrating greater opacity than others. The resemblance of the tumour cells to normal Kultschitzky cells is quite striking. The carcinoid cells possess villous processes up to 1 ,u in size which interdigitate with those of adjacent cells. Although mitochondria are numerous, the smooth endoplasmic reticulum is scanty though well developed (Fig. 3) . Large disternal spaces may be seen as a result of fusion of several smaller cisternae. Aggregations of electron dense bodies may be seen, bound by limiting membranes of the phagolysosomal type. The lysosomal character of these cells is confirmed by their high acid phosphatase content.
Characteristic of the carcinoid cell is the presence of intracellular neurosecretory granules, 100-500 ,± in diameter, scattered throughout the cytoplasm (Fig. 4) Williams and Sandler (1963) in classifying carcinoid tumours distinguished three Cellular structure of bronchial carcinoids 363 carcinoid groups, based on differing embryological derivations associated with varying biochemical characteristics distinctive for each group: (1) foregut origin: bronchus, stomach, duodenum, biliary tract and pancreas; (2) midgut origin: arising from the mid-duodenum to mid-transverse colon: (3) hindgut origin: descending colon and rectum.
Although most bronchial carcinoids have a benign clinical course with prolonged survival, even in the absence of extirpative surgery, the tumour does on occasion transgress into normal restrictive barriers with local invasiveness, infiltration of lymph nodes and haematogenous spread.
When haematogenous spread does occur, the sites of predilection are liver, adrenals, brain and bones. Although bone metastases are rare, when they do occur, they are generally osteoblastic in nature. Pollard, Grainger and Fleming (1962) reported an unusual case of metastasizing bronchial adenoma associated with the carcinoid syndrome and noted the presence of numerous osteoblastic lesions. Toomey and Felson (1960) noted the similarity of the osteoblastic patterns of metastatic carcinoid lesions resulting from primary tumours in both the gastrointestinal tract and the bronchial tree. In a cumulative review of seventeen cases of bone metastases from carcinoid tumours, the lesions were noted to be blastic in fourteen cases, mixed blastic and lytic in two, and purely lytic in only one case.
The infrequency of associated concomitant or synchronous malignant disease in bronchial carcinoid may be contrasted with the frequent coexistence of evident adenocarcinoma in patients with carcinoids of the gastrointestinal tract. Bensch et al. (1968) first demonstrated Kultschitzky-type cells in normal bronchi. Their ultrastructural electron microscopic study demonstrated cells in normal human bronchial mucosa that resembled the intestinal argentaffin cells. Gmelich, Benson and Liebow (1967) 
